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Randise-Hinchliff et al., http ://www .jcb .org /cgi /content /full /jcb .201508068 /DC1 Figure S1 . Identifying TFs that mediate targeting to the nuclear periphery, related to Fig. 1. (A-C) Comparison of 32 TFs (x axis). The total number of TFbound promoters overlapping with NPC for each TF (y axis; A, Cse1; B, Nup2; and C, Prp20). Blue hatched line represents expected number of TF-bound promoters for each nuclear pore component. Black dots represent significantly overrepresented or underrepresented overlapping promoters determine by χ 2 analysis. (D) Peripheral localization of TF consensus sequences inserted at URA3. TF consensus sequence BSs were cloned into an integration cassette with the plasmid pZIP KAN using flanking StuI sites. Dig1, 5′-CAA ATG AAA CAA-3′; Msn2, 5′-GCC CCT GAA TTC AGA GTT AGG CCC CTG AAT TCA GAG-3′; Ino2, 5′-CAT GTG AAA-3′; Fkh1, 5′-AAA GGT AAA CAA TAA-3′; Ume6, 5′-TAG CCG CCGA-3′; Gcr1, 5′-ATC GGG CTT CCA CAAT-3′; Gcn4, 5′-ATG ACT CA-3′; and Rap1, 5′-AAA TGT ACG GATG-3′. These cassettes were integrated directly into the backbone of the p6LacO128 as described in Egecioglu et al. (2014) . Figure S2 . Loss of Cbf1 does not block targeting of INO1 to the nuclear periphery. Peripheral localization of INO1 in wild-type (WT) and cbf1Δ mutant strains under uninducing and inducing conditions. Mean and SEM from three biological replicates of 30-60 cells. The wild-type data are the same as that in Fig. 1 B. *, P ≤ 0.05 comparing uninducing to inducing conditions. Figure S3 . Trans-and cis-mutant effects on INO1 transcription, related to Fig. 2. (A) Dilution of wild-type (WT), UAS mut , URS mut , ino1proΔ, ino2Δ, and ino4Δ strains replicated onto medium with and without inositol (100 µg/ml myo-inositol) using a pronged replica plater. (B) Inositol excretion assay. Wild type, UAS mut , URS mut , ino1proΔ, opi1Δ, ume6Δ, rpd3Δ , and rpd3His188Ala strains patched onto an INO1Δ lawn on minimal medium without inositol. If Opi − phenotype was observed, a lawn of ino1Δ, surrounding the patch, would grow. The halo would indicating overproduction and excretion of inositol. Figure S4 . Phenotype of LexA repressor fusions, related to Fig. 4 . (A) Expression of repressor fusions. 25 µg of crude protein, prepared using trichloroacetic acid precipitation followed by urea denaturing lysis buffer, was separated on NuPage 10% polyacrylamide gels (ENPO315BOX; Invitrogen), transferred to nitrocellulose, and immunoblotted against LexA epitope (06-719; Millipore; top bands) and Pkg1 (ab113687; Abcam; bottom bands) for each repressor fusion-expressing strain. (B) Transcriptional repression of INO1. Growth of LexA BS-INO1 strain with indicated repressor fusions on minimal medium without tryptophan and with or without inositol. (C) Table of phenotypes for each repressor listed in order of size (number of amino acids) top to bottom and left to right. Yox1, Cup9, and Oaf3 expression could not be detected by immunoblot. Expression of Ume6 and Oaf3 fusions caused general growth defects in yeast. Mig1, Opi1, and Ume6 tethered to INO1 promoter caused transcriptional repression. Leu3, Rpd3, and Pho23 (in red) failed in all four tests. Peripheral localization of URA3 with the LacO array, a 100-bp fragment from the INO1 promoter containing GRS I with indicated LexA fusion. Mean and SEM from three of more biological replicates (30-50 cells per replicate). Figure S5 . A mutation that disrupts GFP-GFP interactions has no effect on interchromosomal clustering of HIS4 alleles. (A) Distribution of distances, binned into 0.2-µm bins, between alleles of HIS4 in GCN4 and gcn4Δ strains expressing either wild-type (WT) GFP-LacI or A206K GFP-LacI, grown under uninducing conditions. (B) Fraction of cells in which the two alleles of HIS4 were ≤0.55 µm apart from the distributions in A. 
